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Abgract :Objective  To investigate sgnificance and alterations in expresson of p73, PTEN and Ki-67
proteinsin endometrial carcinogeness. Methods Immunohistochemistry was applied to detect expresson
of p73, PTEN and Ki-67 proteinsin 13 normal proliferating endometria,20 simple hyperplasa,22 com-
plex hyperplasa including 11 cases with atypical hyperplasa and 38 endometrioid adenocarcinomas. Re-
sults  As malignant progresson of lesons, the postive rates of p73 and ki-67 obvioudy increased ,but
that of PTEN decreased. There was highly relationship between p73 and Ki-67 expresson(P<0.01) ,
Pearson coefficient was 0.5144. Expresson of p73 and Ki-67 was associated with the grade, and that of
PTEN and Ki-67 was associated with clinical stage and myometria invason. Conclusion p73,together
with Ki-67 , regulates endometrial epithelial cell growth , proliferation and promotes cancer. The change of
PTEN is aearly event in endometrioid adenocarcinoma. Thelevelsof p73 , Ki-67 and PTEN proteins are
molecular markersfor early diagnos s of endometrioid adenocarcinoma and can give direction to early clin-
ical therapy.
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